Results: Of the 33 patients, 28 (84.8%) had negative results for the tests. One patient in group I showed inconclusive results. Four patients (12.2%) in group II had positive tests, including 3 for penicillin G and one for amoxicillin.
Clinical Features of Drug Rash with Eosinophilia and Systemic Symptoms Syndrome Caused by Antituberculous Medications
Sang-Ha Kim, MD, Shun Nyung Lee, MD, Seok Jeong Lee, MD, Chong Whan Kim, MD, Won Yeon Lee, MD, Suk Joong Yong, MD, and Kye Chul Shin, MD. Department of Internal Medicine, Yonsei University Wonju College of Medicine, Wonju, South Korea. Background: Drug rash with eosinophilia and systemic symptoms (DRESS) syndrome is one of severe adverse drug reactions. Aromatic anticonvulsants and sulfonamides are the most common causes of DRESS syndrome. However, there have been only 2 case reports of DRESS syndrome induced by antituberculous medication. This study was aimed to observe the clinical features of patients with DRESS syndrome caused by antituberculous medications. Methods: We retrospectively revealed the clinical and laboratory data of the patients from September 2006 to August 2010 at a University Hospital. Our patients were diagnosed as DRESS syndrome if 3 criteria were present: (1) cutaneous drug eruption, (2) peripheral eosinophilia .1,500/mL, (3) systemic involvement (lymphadenopathy, hepatitis or fever). Results: Nine patients (5 men, 4 women; mean age 50.5 years) were enrolled DRESS syndrome induced by antituberculous medications. The most common causative agent was ethambutol which was identified as the cause in 8 of 9 patients (88.9%). In the other patient, streptomycin was considered as the causative agent. Two out of 8 patients with DRESS syndrome caused by ethambutol were induced by rifampicin as well. Drug eruption developed 6.9 weeks after antituberculous drugs were first used. Skin eruptions were involved on the whole body in 8 patients and on only upper trunk in 1 patient. Diffuse maculopapular eruption was the most common type of skin lesions that was observed in 8 of 9 patients. Other types of skin eruption were identified; 4 exfoliative eruptions, 3 facial edema and 1 urticaria. The mean value of peripheral eosinophil counts was 3,354/mL. The cervical, axillary or inguinal lymphadenopathy was observed in 7 patients and fever was detected in 6 patients. Hepatitis was developed in 3 patients. All patients with DRESS syndrome recovered after corticosteroid therapy and the elimination of the culprit drugs. Conclusions: The most common cause of DRESS syndrome induced by antituberculous medications was ethambutol in our study. Diffuse maculopapular eruption on the whole body was the most common type of eruption and lymphadenopathy was the most common involvement of internal organ in patients with DRESS syndrome caused by antituberculous drugs. Background: It's well known that drugs may induce complement alternative pathway's activation. On the other hand there is evidence that anaphylaxis may occur in absence of IgE and IgG antibodies (so-called non-immune anaphylaxis). We determined the tryptase, complement and circulating immune complexes (CIC) levels to understand the nature of anaphylaxis occurred in a woman during high rate infusion of high concentrated iron. Methods: A 46 years-old woman was admitted to our department because of mixed anemia, iron and cobalamin deficiency-related, started after a surgical intervention (bilio-pancreatic derivation) for heavy obesity occurred 7 years ago (starting Hgb ¼ 7g/dl). Ev. hydroxicobalamin and iron infusions were planned, but during high rate (100 gtt/m') infusion of high concentrated (0,5 mg/mL) iron, the patient suffered from discomfort, sweat and drop in blood pressure (BP 60/30). Blood samples were taken to evaluate tryptase, complement and CIC levels; standard treatment of anaphylaxis was started (im. epinephrine, inhaled O2 with steroids and beta-agonists, ev. electrolyte solution and vital parameters continuous evaluation). The shock resolution was gained in 3 hours. Results: The level of tryptase was normal (4 mcg/mL; N.R.-Normal Range-¼ 1-20), while C3 and C4 were impaired (C3 ¼ 65 mg/dl; N.R. ¼ 75-165; C4 ¼ 12 mg/dl; N.R. ¼ 20-55). The search for CIC IgG, IgA, IgM was negative. Six months later the low rate (30 gtt/m') low concentration (0,25 mg/mL) iron infusion was well tolerated by the patient, so excluding any IgE sensitization. Conclusions: We describe here for the first time a case of human anaphylaxis without mastocyte nor IgE involvement. The high infusion rate and hyperosmolality of hyperconcentrated drug caused complement alternative pathway's activation. The only cell type able to release anaphylaxis mediators other than mastocytes are the basophils, having anaphylotoxins receptors. So, we conclude that drug-induced complement alternative pathway's activation with consequent basophil's involvement was responsible for the patient's "non-immune" anaphylaxis.
Wait at Least 60 Minutes After Eating
Stella Gandhi, MD, Megan Woodruff, LPN, Hillary Halley, Samir Patel, DPM, and Summit Shah, MD. Premier Allergy, Dublin, OH. Background: We will describe 2 unique cases of Food Dependent Exercise Induced Anaphylaxis. Methods: Patients underwent a complete history, physical exam, and skin prick testing by classical method. Results: Case 1: A 23 year old Asian Male presented with anaphylaxis following cashew ingestion and post prandial exercise. This was the first episode of anaphylaxis despite previous exposure to cashews and exercise independently. Patient ingested cashews and went for a jog 30 minutes later. His symptoms of anaphylaxis included urticaria and ocular swelling. Skin prick testing generated positive results to cashew, with measurements of 10 mm/30 mm (wheal/flare). Controls of histamine and saline measured were 10 mm/30 mm and 0 mm/0 mm, respectively. Case 2: A 42 year old Caucasian Male presented with anaphylaxis following shrimp ingestion and post prandial exertion. This was the first episode of anaphylaxis despite previous exposure to shrimp and exercise independently. Patient ingested shrimp and went for a brisk walk 30 minutes later. His symptoms of anaphylaxis included full body urticaria and shortness of breath. Skin prick testing generated negative results to shrimp and shellfish mix, with measurements of 0 mm/0 mm and 0 mm/0 mm (wheal/flare). Controls of histamine and saline measured were 10mm/30mm and 0mm/0mm, respectively. Conclusions: The previous cases describe anaphylactic reactions after food ingestion followed by post prandial exercise. The precise pathophysiology of this rare syndrome is poorly understood, however it is believed that allergen absorption is increased in a post-exercise state. The contrast in our patients' results of their skin prick tests demonstrate that patients may or may not have food-specific IgE but still can experience food dependent exercise induced 
